9. Atherosclerosis-Pathogenesis
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Coronary Atheroma-
Infectious?

e Fluorescein labeled Antibodies to
Chlamydia antigen in coronary
plaque Organism in 79% of
atheroma 4% normal vessels

Muhlestein, JACC 1996

e Antibiotics reverse plaques in
rabbits
Muhlestein, Cir 1998

= Nanobacteria, Nanobacterium
sanguineum,

Monocytes under Endothelial

Atheroma Ossification not
Calcification (1863)

v Calcification in Atherosclerosis is
similar if not identical to
calcification seen in Ghon Complex
of Tuberculosis.

v Initial calcification leads to formal
lamellae bone with osteoclasts and
osteoblasts, even marrow appears!

v Heavily Calcified Coronaries are
due to dense chronic Osteoclastic
remodeling.

Virchow, 1863




